Anterior ischaemic optic neuropathy secondary to previously undiagnosed accelerated hypertension can present to the ophthalmologist. We report such a case in which the anterior ischaemic optic neuropathy reversed following prompt treatment of the hypertension.
Case r ep ort
A 41-year-old man presented to casualty with a 2 h history of reduced vision in the right eye. There were no associated symptoms and no past medical history of note. There was a history of moderate alcohol consumption and a cigarette smoking habit of 30 per day.
Examination revealed a right visual acuity of hand movements, a right relative afferent pupillary defect and the presence of right optic disc oedema. The left visual acuity was 6/6 and fundoscopy revealed a cotton wool spot with a nerve fibre layer haemorrhage (Fig. 1) . There was marked bilateral arteriolar narrowing. The blood pressure was recorded at 220/150 mmHg and the advice of a physician was sought for further investigation and management.
Following treatment with sublingual nifedipine 10 mg the blood pressure fell to 160/110 mmHg. The following morning the right visual acuity had improved to 6/9. 
Comment
Accelerated hypertension can cause a retinopathy, choroidopathy and optic disc swelling. Clinical presentation is variable, reflecting the severity and speed of onset of the hypertension as well as the presence of pre-existing vascular disase. Accelerated hypertension produces changes in the autoregulation of the retinal and optic nerve head circulation. Autoregulation maintains a relatively constant blood flow during changes in perfusion pressure. The retina and optic nerve head autoregulate their circulation while the choroidal vascular bed does not.1 Optic nerve head ischaemia is produced by a combination of two factors: (i) involvement of the peripapillary choroid by vasoconstriction and vaso occlusive changes, and (ii) diffusion of angiotensin II and other endogenous vasoconstrictors into the optic nerve head from the peripapillary choroid. Disc oedema is thought to occur due to ischaemia interfering with axoplasmic flow in the optic nerve head?
Hayreh's studies 3 on experimental renovascular accelerated hypertension in rhesus monkeys showed that hypertensive optic neuropathy is a distinct entity, that it is not simply a part of hypertensive retinopathy and that it represents one form of anterior ischaemic optic neuropathy. Talks et a1. 4 suggested that during the acute stage of accelerated hypertension the ischaemic optic neuropathy may be reversible. Reversibility is clearly demonstrated by this case.
The regulatory mechanisms controlling optic nerve circulation are not fully understood. Factors affecting the reversibility of anterior ischaemic optic neuropathy in this patient may include age, lack of coexisting disease, early presentation and immediate treatment. The absence of any previous history of hypertension in this patient emphasises the importance of checking the blood pressure in all patients with anterior ischaemic optic neuropathy. Precipitous reduction of the blood pressure in patients with hypertensive optic neuropathy may cause complete permanent blindess.5
